Analysis of Alexandra Levine’s December Declarationn Support of GlaxoSmithKline LLC’s Motion For Sum mary
Judgment.

Impressions and responses of paragraphs 2-15 of Orevine’s declaration:

Dr. Levine's credentials appear to be extremelyrgspive. Her experience as a “clinical researcht both AIDS and cancer
are made to appear vast. Yet in the view of somadmehas also been involved in the fight againss¢hsame two diseases for a
similar length of time and with similar intensitgdacommitment, | must confess that the impressstef political
accomplishments and career advancements with nuseaicy-forming task forces or affiliations andyanizations listed in Dr.
Levine’s extensive autobiography in paragraphs 2r&dinconsistent with the actual contributions enbyl those organizations
and efforts she identifies herself with, and withieth she has been associated. Her Curriculum “diatis presented in the first
14 paragraphs are presented in such a way, ini@gdo as to give the impression that far morermftion is known about
cancer and AIDS than is actually known, and thar nmiversal consensus has been reached abouid¢neesand medicine of
both cancer and AIDS than actually exists, andithate progress has been made regarding the icextitfn, treatment, or
reversal of these syndromes than has ever beematished anywhere on earth. While normally, sudemsive affiliations with
so many politically powerful connections and orgations for a long period of time would qualify seeme such as Dr. Levine
more than most to be able to point out the knovartsbmings of all these agencies and their effariguell or reverse AIDS or
cancers, she chooses not to do this, but insteats@apicture of certainty where in fact littleaifiy certainty exists. This criticism
comes to light through consideration of the follog/subtleties and wording in Dr. Levine’s claimgagling her credentials:

In paragraph 2:
For instance, the statement and wording claiming:

“l am the Chief Medical Officer, and Professor oéiHotology at City of Hope National Medical Centdrich one of only 40
National Cancer Institute (NCI) designated Comprediee Cancer Centers in the US, and known for ¢ésearch and treatment
of cancer....”

This emphasis creates an impression to the laym#mot to those experienced with clinical traitscomprehensive cancer
centers, or those who work or teach at institutitvas either are or are not “NCI-designated,” thath places have a special
knowledge or success rate that other non-NCl-dasgghinstitutions don’t possess. For example, tlseenething particularly
unique or special about NCI designation that gigalithese places as anything special, or more t@&pébreating two largely
incurable diseases such as malignant cancer anyprdfimmune suppression, as Dr. Levine would havieelieve by her
emphasis of the fact that she works at an “NClglestied” place. Both cancer and AIDS patients altedgtng in these places as
well as everywhere else.

In paragraphs 5, 6:

While Dr. Levine continues to present her credésitraparagraphs 5 and 6 regarding her experienitbsancer and AIDS and
her other affiliations and experiences for soméditeonal paragraphs, again, much of it appeatsetmisleading. For instance, in
paragraph 5 Dr. Levine claims that:

“I have treated thousands of patients with thosee#ses,”
and, in paragraph 6,
“I have diagnosed and treated hundreds of patievita HIV/AIDS, and have prescribed AZT many hundrefdimes,”

Such statements give no indication regarding hamsetundreds or thousands of patients responded tevine’s treatments,
theories, or drug experimentation on them, anditacthis kind of information, these statements haweneaning, and are stated
to perhaps give the [false] impression that eitherhundreds or thousands of patients she vari@lsiyed to have treated, have
somehow objectively benefited by her diagnosesteeadments (through the criteria of evidence-basedicine). Similarly, in
paragraph 7, which recounts her appointment(shduhe Clinton years, her FDA and NCI advisory apfments, and the rest
she mentions, it is now widely appreciated thas¢hefforts were often surrounded by secrecy duhiegClinton Presidency when
HIV/AIDS was declared to be a “Issue of Nationat@#ty.” The peer-reviewed scientific and medigdriature testifies as to
why these lofty appointments and advisory rolesshaeant little in either the “war on cancer” orétivar on AIDS,” and simply
to mention them as evidence of some special kngel@dout these syndromes is misleading, withouttimgj out their utter
failure to reverse either syndrome in advancedestahe same criticisms can be summoned regaréingdims regarding her
vast experience with clinical trials in the contekiAIDS.



In contrast to Dr. Levine’s claims regarding how beedentials and experiences uniquely providenitr special knowledge
regarding cancer or AIDS, most researchers actimefjaged in research and development of new ditigaa@sd treatments for
these syndromes are painfully aware of informasioch as the recent position statement of innovateek as Dr. Richard Ablin,
the discoverer of PSA (prostate specific antiges, just this year, wrote an op-ed article in lev York Times pointing to the
true state of knowledge regarding this cancer, witth information as:

“The[PSA test’s popularity has led to a hugely expensiubliz health disaster. It's an issue | am painfuliyniliar with — |
discovered P.S.A. in 1970. As Congress searchesdays to cut costs in our health care system, mifsignt savings could come
from changing the way the antigen is used to scfeeprostate cancer. Americans spend an enormousuat testing for
prostate cancer. The annual bill for P.S.A. scragrnis at least $3 billion, with much of it paid oy Medicare and the Veterans
Administration.”

“...the test is hardly more effective than a coirstoss I've been trying to make clear for many yemns, P.S.A. testing can’t
detect prostate cancer and, more important, it taistinguish between the two types of prostateean— the one that will kill
you and the one that won't...”

... The medical community is slowly turning again&.R. screening. Last year, The New England Jowhi&ledicine published
results from the two largest studies of the scregprocedure, one in Europe and one in the UnitadeS. The results from the
American study show that over a period of 7 to déry, screening did not reduce the death rate in Bteand over. The
European study showed a small decline in deathsrdtet also found that 48 men would need to bedrtet save one life. That's
47 men who, in all likelihood, can no longer funatsexually or stay out of the bathroom for long.”

“Numerous early screening proponents, including mias Stamey, a well-known Stanford University uiistpfave come out
against routine testing; last month, the Americam€er Society urged more caution in using the f&st. American College of
Preventive Medicine also concluded that there wasfficient evidence to recommend routine screer8ogvhy is it still used?
Because drug companies continue peddling the &estsadvocacy groups push “prostate cancer awareriggsgncouraging men
to get screened. Shamefully, the American Uroldgdssociation still recommends screening, whileNla¢ional Cancer Institute
is vague on the issue, stating that the evidenoadtear. The federal panel empowered to evaluateer screening tests, the
Preventive Services Task Force, recently recomnteagainst P.S.A. screening for men aged 75 or dlder

“I never dreamed that my discovery four decadeswagald lead to such a profit-driven public healisakter. The medical
community must confront reality and stop the inapiate use of P.S.A. screening. Doing so woul@ $alions of dollars and
rescue millions of men from unnecessary, debititatreatments.”

Richard J. Ablin is a research professor ghimobiology and pathology at the University of Az College of Medicine and
the president of the Robert Benjamin Ablin Founatafior Cancer Research. Dr. Levine also has besatiged with similar
groups that Dr. Ablin identifies as “advocacy greufihat] push “prostate cancer awareness,” sudieasnembership on the
Board of Directors of AIDS Project Los Angelesgditin paragraph 10. Advocating wrong or incompilefermation does not
help patients who are in desperate need, and sfiefes to contribute significant morbidity, as pethout by Dr. Ablin.

The results for clinical trails that includénet cancers such as melanoma and lymphomas arefarconcerning than Ablin’s
recent New York Times admissions, which have largelen submerged by those very organizations Dsinkdists as her
affiliations and experience.

Instead of conveying the impression that Let@rfNCI-designated” institutions in which she werind where she has gained
her credentials, experience, and special knowlefigigher cancer or AIDS, and with wording whiclggests some kind of
special knowledge for diagnosing and treating cemeeadvanced immune suppression, other researgipécally present their
credentials to provide somewhat of an opposite @sgion, and as slightly more humble assessmerasdiag their observations
during their “practice of medicine” on patientsrkustance, it is more widely and generally ackreniged in the cancer
community that directed, and often-aggressive chiberapies, radiation therapies, or immune theragestitute irrational
assaults on the cancer patient. Not only do thegmbhal," target-directed approaches not incréiésexpectancy in most cancer
patients, they cause significant harm in the fofrmgelosuppression, immune dysfunction, epitheal&l destruction, nervous
system stress or destruction, loss of salivatiahtaste in head and neck radiotherapy, burns oskhe massive infections, and
gastrointestinal collapse, castration, cachexid,amsequent mal-absorption of food, and othersftiets leading to morbidity
and death. Yet this kind of assault became the ingmn which “HIV” anti-retrovirals is based. Acabing to a New England
Journal of Medicine meta-analysis of Phase 1 Ompyoluials (where toxicity is typically assessedvieen 1991 and 2002:



"In a survey o#460 Phase | trials of standard toxic cancer chemotlpgragents given to slightly less thh?, 000patients,
the partial and complete response rates were requbrd have changed frof5% to 10%during 1991-2002, witB%
showing a complete response, at%d showing a partial response.”

3% complete response does not mean a 3% "cates"but simply, a measure of the rate of tumgrassion, as measured
by the best current methods of tumor detectionnduitfie period studied. These kinds of numbers tebé appreciated
along side Dr. Levine’s high credentials, and alwaiitly the contributions she has made accordindfioia statistics
regarding curing cancer. Although the meta-analgisisned that as many as 44.7% of patients shaeete"benefit" from
their therapy, and that there was a 0.5% deathat&ibutable to Phase | dose escalation itseffgeating minimal overall
toxicity, the "benefits" they measured were nofriedf and included surrogate endpoints.

The data they present in this large meta-aisahfso must be qualified regarding the fact thabst of different cancer
types were assessed, in which blood-borne canlderddukemia and lymphoma) that are now more rasp@ than ever
before to targeted therapies, heavily weighted t@uealysis toward the positive value of 8% complete response rateey
reported.

This overall success rate of complete resppreéded by this meta-analysis of 12,000 or mortepss is not
encouraging, not to mention the fact that a cute isanot even considered, discussed, or mentiofiéen discussion of
“cure” does occur, it is typically about the su@msin treating early or responsive cancers, asrshecently by a new
target, the abl receptor, targeted by Gleevec (iithahesylate). However it should be borne in ntimat this drug combats a
"free-swimming" blood-borne population of tumorlselnstead of solid tumors, and many issues régguabl inhibitors
have been raised, including those related to ttyxiéi survey of oncology reviews about the toxiatyd lack of efficacy of
current Phase 1,11, and Il trials for specific cans treated with traditional chemotherapeutic tggeadiation, and targeted
immunotherapy, such as those employed by Dr. Lewitte her either hundreds or thousands of canceérAdBS patients,
can be obtained on a daily basis at the websitieeopeer-review institute attkwatch@peerview-institute.arg

The following 20 clinical trial assessmentsigatie much less optimism than Dr. Levine sugge#ts mer NCl-designated
credentials, or her FDA and NCI or Clinton appoiatits. With solid tumors from trials aimed at spiedifpes of cancer, the
picture is far from certain regarding the valuetase treatments for these syndromes. For instance:

1) The role of adjuvant therapy in melanoma managem

This article underlines that two decade of resedrchmelanoma treatmeffdiled to demonstrate a relapse-free and overall
survival advantage in patients with stage Il anabst Ill melanoma treated with adjuvant chemotheraplevamisole,
compared to those treated with surgery ofye trial that studied the efficacy of interferonagnma was interrupted after
patients in the treatment group demonstrated higmeortality rates that the control group.

2) Cutaneous malignant melanoma in Scotland: imtidesurvival, and mortality, 1979-84.

The results of this study show that overall maotyatates in patients with melanoma decreased by fid% 1984 to 1990,
and this decrease seems attributable to earlieect@n and other unknown factotsjt not to treatmentThe study was
conducted on 6288 patients who had been diagnogbdnelanoma between 1979 and 1990. During this firmame, the
incidence of melanoma approximately doubled in Inoéim and women (from 3.5 to 7.8 new cases for Q00yten per year,
and from 6.8 to 12.3 new cases for 100,000 womekgae). Mortality rates remained steady from 1939984, then
decreased by 10% in men and by 6% in women duf8§-1987, due to an increased detection of eadgestancers, and
again decreased slightly from 1987 to 19%Be reasons for this latter decline in mortality t@s is unknown, but it is not
attributed to treatment, since the only change reatment modalities that occurred during this tinveas the introduction
of a more conservative surgical approach to tumermoval.

3) Interferon alfa-2a anidterleukin-2 with or without cisplatin in metastatic melanoraaandomized trial of the European
Organization for Research and Treatment of Canadahma Cooperative Group. Keilholz U; et al. h@incol,
15(7):2579-88 1997 Jul.

Barth A; Morton DL. Cancer, 75(2 Suppl):726-34 192 15
The Scottish Melanoma Group. MacKie RM, et al. BM97 Nov 1;315(7116):1117-21.



The results of this study show that chemotheragstiment with cisplatin does not prolong survivapatients with
metastatic melanoma. The study was conducted opdtshts with advanced melanoma who were dividgd® groups:
one group received interferon and interleukin-2sptisplatin, and the other received interferon amerleukin only No
differences in survival were detected between thie groups.

4) Adjuvant treatment in stage | and Il malignami@amoma: a randomized trial between chemoimmunatyesnd
immunotherapy. Castel T; et al. Dermatologica, 1826-30 1991.

The results of this study show that chemotheragg tot prolong survival in patients with early stagelanoma. Eighty-two
patients were randomized to receive immunotherayith the bacillus Calmette-Gu”erin) only, or immtimerapy and
chemotherapyNo differences in survival were observed betweea tivo groups.

5) Recombinant interleukin-2-based treatments demaced melanoma: the experience of the Europegantnation for
Research and Treatment of Cancer Melanoma Coopei@toup.Keilholz U; Stoter G; Punt CJ; ScheiberdoG; Lejeune
F; Eggermont AM Cancer J. Sci Am, 3 Suppl 1():S21987 Dec.

This article presents current evidence on the aflehemotherapy in the management of patientsad#anced melanoma.
Single-agent or combination chemotherapy in pasievith stage IV melanoma has shown to produce fzitgs of tumor
responses (tumor shrinkagéyt no improvement in overall survival. It has nget been determined whether the toxicity of
these regimens outweighs their potential (and yebe proven) benefits.

6) Phase Il trial of topotecan in malignant melaaokraut EH; Walker MJ; Staubus A; Gochnour D; Barak SP. Cancer
Invest, 15(4):318-20 1997.

This study assessed the effects of the anticamagrtdpotecan in patients with advanced melanomdeé&n patients were
enrolled in the trial No tumor responses were observed. Severe toxicityiwed in 70% of patients.

7) Prospective randomized trial of the treatmemaifents with metastatic melanoma using chemoglyeséth cisplatin,
dacarbazine, and tamoxifen alone or in combinatiith interleukin-2 and interferon alfa-2b. Rosenberg SA, et al. 4 Cli
Oncol, 17(3):968-75 1999 Mar.

This was a randomized study to determine whetteeatition of immunotherapy to chemotherapy resnltsetter tumor
control in patients with advanced melanoma. Onedheid-two patients were enrolled; 52 patients reedichemotherapy
only, and 50 patients received chemotherapy plusunotherapy (interferon alpha and interleukin-2lthaugh tumor
responses were observed more frequently in the @fimunotherapy group (44% vs. 27%), this group &sperienced
higher treatment-related toxicity and showed a ¢refidecreased survivaBoth regimens produced tumor responses that
were only partial and short lasting.

8) Randomized phase Il trial of BCDT [carmustin€€(BJ), cisplatin, dacarbazine (DTIC) and tamoxifeiifh or without
interferon alpha (IFN-alpha) anterleukin (IL-2) in patients with metastatic melanoma. JabnsSR; et al. Br J Cancer,
77(8):1280-6 1998 Apr.

The results of this randomized trial show thatalelition of interleukin 2 and interferon 2 alphadbemotherapy in patients
with advanced melanoma does not result in prolongtapse-free and overall survivand is associated with a twofold
increased rate of toxic reactions.

9) Randomized, double-blind, placebo-controlledlttomparing the response rates of carmustineridaziae, and cisplatin
with and without tamoxifen in patients with metdistanelanoma National Cancer Institute of Canadai€adl Trials Group.
Rusthoven JJ; et al. J Clin Oncol, 14(7):2083-99613ul.

The results of this double-blind placebo-controllehdomized trial show that the addition of tanfierito chemotherapy
does not improveate of tumor response in patients with advancethnoma.

10) Phase Il trial of interleukin 1 alpha and indahacin in treatment of metastatic melanoma. Jajlet al. J Natl Cancer
Inst, 88(1):44-9 1996 Jan 3.



The results of this study show that combinatioattreent with interleukin 1 alpha and indomethacipatients with
melanoma is associated wittinimal tumor response (10%) and significant adversffects.

11) Phase Il trial of recombinant human interleekiim patients with disseminated malignant melancen@outhwest
Oncology Group study. Whitehead RP; et al. J Imnther 21(6):440-6 1998 Nov.

The results of this study show tlatierleukin 4 is not effective in the management of patients with adednmelanoma.
Thirty-four patients were enrolled in the studyniar response was observed in oohe patient (3%). Average survival was
6 months. Adverse effects included liver toxicigysea and vomiting, diarrhea, headache, fatiguesaular and joint pains,
edema, fever and chills.

12) Eastern cooperative group trial of interferamgna in metastatic melanoma: an innovative studigde Schiller JH;
Pugh M; Kirkwood JM; Karp D; Larson M; Borden E.il€Cancer Res, 2(1):29-36 1996 Jan.

The results of this study show that treatment imitrferon gamma is ineffective in the managemépttents with
metastatic melanoma. Ninety-eight patients werel&t in the studyTumor responses were observed in 5% of patients
and were of short durationToxicity included liver toxicity, fever and chill

13) Dacarbazine-vindesine versus dacarbazine-vimelessplatin in disseminated malignant melanomaaddomised phase
Il trial. Jungnelius U; et al. Eur J Cancer, 34{268-74 1998 Aug.

The results of this study show that the additiocigiblatin to a chemotherapy regimen consistindaafarbazine and
vindesinadoes notresult in improved survival and adds significamtitity in patients with advanced melanoma.

14) Phase Il clinical trial of recombinant alphai@terferon and 13 cis retinoic acid in patientwnetastatic melanoma.
Rosenthal MA; Oratz R. Am J Clin Oncol, 21(4):352998 Aug.

The results of this study show that treatment initirferon alpha and retinoic acidoes not improve survival and causes
significant toxicity in patients with metastatic melanoma. Thirteerigras were enrolled in the study. Tumor shrinkage w
observed irone caseAll patients experienced substantial fatigue, cieipains, loss of appetite, and inflammation ef th
oral lining. Severe toxicity required 50% dose retilon in 7 patients, and interruption of treatmé@m&nother one.

15) Phase lll trial of dacarbazine versus dacanwawiith interferon alpha-2b versus dacarbazine taithoxifen versus
dacarbazine with interferon alpha-2b and tamoxifiepatients with metastatic malignant melanoma Astern Cooperative
Oncology Group study.Falkson CI; Ibrahim J; KirkwdodM; Coates AS; Atkins MB; Blum RH. J Clin Onc@§(5):1743-51
1998 May.

The results of this study show that tamoxifen atelieronare ineffectivein the treatment of patients with advanced
melanoma. Two hundred fifty-eight patients weredmamized to receive the anticancer drug dacarbagzirane of the
following four regimens: dacarbazine only, dacarbazplus tamoxifen, dacarbazine plus interferongdacarbazine plus
both tamoxifen and interferoho differencesn survival were observed between the four grobps patients receiving
interferon experienced significantly more toxicity.

16) Interferon-alpha and chemohormonal therapypé&ients with advanced melanoma: Final resultspifase I-1I study of
the Cancer Biotherapy Research Group and the Miah#it Oncology Program. Stark JJ; et al. Canc2(981677-81 1998
May 1.

The results of this study show that the additiomtefrferon alpha to combination chemotherapy itigrats with advanced
melanomaloes not improve survivand is associated with severe toxicity.

17) A phase Il study of carboplatin, cisplatingirfieron-alpha, and tamoxifen for patients with ratic melanoma. Gause
BL; et al. Cancer Invest, 16(6):374-80 1998.



The results of this study show that combinatioattreent consisting of cisplatin, carboplatin, tanferi and interferon-alpha
in patients with advanced melanoma is associatéid avi 18% tumor response and withacceptable toxicity

18) The role of interleukin-2 in the managemensgtafye IV melanoma The EORTC melanoma cooperatgpgorogram.
Keilholz U, Eggermont AM. Cancer J Sci Am 2000 FEe8uppl 1:599-103.

This study reviewed the results2iftrials conducted on 631 patients with advancedetaelanoma receiving combination
treatment withinterleukin (IL)-containing regimens. Administration of cheleiapywas not associated with improved
outcome The effects of IL2 on survival are still beinglenated in a trial that is currently under way.

19) Combined treatment with dacarbazine, cispléttemustine and tamoxifen in metastatic maligmaatanoma. Richard
MA, et al. Melanoma Res, 8(2):170-4 1998 Apr.

The results of this trial, conducted on 20 patiemith advanced stage melanoma, show that treatmighta combination
chemotherapy regimen consisting of dacarbazinglatis, fotemustine, and tamoxifdnes not improve survival and
causes significant toxicityand is therefore not recommended in the manageof¢his disease.

20) Phase Il study of combined levamisole with mbmantinterleukin-2 in patients with advanced malignant melanoma.
Creagan ET, et al. Am J Clin Oncol, 20(5):490-2 1 9%:t.

This study presents the results of a trial conddicte 19 patients with advanced melanoma enrollaédteive an
experimental protocol consisting of levamisole amdrleukin-2. No tumor responses were observedergdoxicity was
observed in 5 patient3he authors conclude that this regimen should na further tested on patients with malignant
melanoma.

Perhaps | belabor the point here by giving 20 exambut these randomly selected outcomes for 2@ltyials in the context
of only one cancer are representative of a mugfetaaffort that Dr. Levine dismisses by touting N&l-institution
designations without pointing out the wasted effaftthese vast human experiments. And, although sesults are bleak
for the cancer patient, they are as problemati¢hferoccasional cancer survivokn Institute of Medicine report was just
released calling for a paradigm shift regarding lwawwcer patients are managed over the long ternasking for ways to
reduce the toxicity and often morbid long-term sidiiects of conventional chemotherapies and rawhafiinstitute of
Medicine Report: Cancer Survivorship: Improving €and Quality of LifeNovember 7, 2005;
http://www.iom.edu/report.asp?id=30869).

"Some 10 million Americans are now cancer survivhesge numbers are living longer than ever becafseemarkable
advances in early detection and treatment. But nsamyivors receive less than optimal follow-up, @amgrovements in care
are necessary, the Institute of Medicine, parthefNational Academies of Science, advised in amneport released
Monday, November 7, 2005".

As presented in the Chicago Tribune:

"The negative consequences of cancer and its texdsrare substantial and under-appreciated," saidSheldon
Greenfield, panel chairman and director of the eerfibr health policy research at the UniversityG#lifornia, Irvine.

"Many [patients] suffer permanent and disabling gyoms that impair normal functioning ... [but] theeis much that can be
done to avoid, ameliorate or arrest these latectéfé

"The Institute of Medicine study, which focusesdult cancer survivors, highlights a profound shifthinking about this
once-deadly diseaséntil recently, researchers and clinicians hadeayoal: saving more lives. With improved survival
rates, however, cancer increasingly is being vieaga chronic illness like diabetes or hypertensfimesenting a new set of
challenges.”

"Some are medical. The very toxic therapies thaaal tumors andhelp save lives put patients at risk of new problems
down the road, including second cancers, heartatisesexual dysfunction, cognitive impairment riiity, and chronic
inflammation, research shows. For any given patierperts note, the risk of long-term complicatidepends on the type
and location of the cancer, the nature and duratétreatment and other factors."



"For instance, women with breast cancer who recelvest radiation therapy are at risk of developimgg cancer later,
according to research cited in the report. Chemodpg using agents known as anthracyclines increttsesdds of
contracting leukemia. And tamoxifen, a commonlylukerapy for women with estrogen receptor-positivaors, increases
the risk of stroke, blood clots, and endometriaiaer."

Nevertheless, a survey of the FDA's list of appd drugs entering mainstream cancer chemothetapyly reveals a
tendency to repeat the failures of the past. ThA Gianted marketing applications to 71 oncologyli@agions between
January 1, 1990, and November 1, 2002. New additiothe FDA lists include cytotoxic drugs, monabantibodies that
have no efficacy and significant toxicity, immunedulating drugs that oxidize cells and cause sewvendidity, and, a
plethora of accessory drugs to boost erythrocybelystion or T-cell production, anti-diarrhea metimas, or medications to
correct the myriad of complications due to the entitoxic regimens the patient experiences.

It is truly surprising that despite these kimdisesults from studies that directly target tum¢and these examples are
representative of hundreds of similar trials netdssed here), new ideas or strategies that cotgaipally combat cancer
more effectively and less toxically, are seldomegia chance, or are suppressed, and they are gjiogked over by an air
of Papal infallibility and misleading descriptioastrumped credentials that suggest vast experielorgy with credentials
and/or associations with various institutions aadcer and AIDS diagnosis and treatment effortsdbatify those directing
them as having some kind of unique insights intoabtual diagnoses or cures of these diseases.

In reference to AIDS, Dr. Levine’s proclamatscere even more misleading in paragraphs 11-1gh@sn by the kinds of
information that often are discussed even at l@ttisnal AIDS conferences, in reports in the New Iend Journal of
Medicine, and in a plethora of scientific journaigch as AIDS, AIDS Clinical Care, and in many oth&espite her service
(as described in paragraphs 2-12) on various miegbgads, among professional societies, among Brogtommittees,
among Advisory Committees, Working Groups, etds itothing if not misleading, if not once does Devine reveal in her
December statement the fact that the general censemd feeling in both the cancer and AIDS costagtwell as in both
the scientific-medical biomedical communities,Hattthese efforts are regarded as totally non-ptbduefforts generated
by the very kinds of political bodies as those lsag been associated with and lists as her cretgritiderms of either
understanding or quelling cancer or AIDS.

This Levine-promulgated credential list, exiséhind her name without any scientific foundatwibasis, or correct
assessment of the state of affairs regarding oowledge of cancer or AIDS. At some point, sucloinfation should be at
least mentioned by Dr. Levine, if not emphasizeald® otherwise is irresponsible. For instance s$toaild have, at some
point during those 15 or so credential-touting geaphs, at least provided at least of the few falhgy widely acknowledged
track records of non-production of the types ofiatives she has been involved with for more thary@ars, and at least
some mention of the often enormous harm of thatrtiedical and scientific non-production has reslilte due these same
kinds of “advocacy groups” and organizations Divibe claims to advise, or participate with, as shdoy the following
track records of failure in multiple contexts ofeat AIDS research and treatment:

“Vaccine Failure Is Setback in AIDS Fight-Test Subgts May Have Been Put at Extra Risk Of ContractikgV.” By David
Brown Washington Post Staff Writer, Friday, March 2008; Page A01.

“The two-decade search for an AIDS vaccine is isisrafter two field tests of the most promisingteader not only did not protect
people from the virus but may actually have puttla increased risk of becomiimgected”

“ The results of the trials, which enrolled voluate on four continents, have spurred intessientific inquiry and unprecedented
soul-searchingas researchers try to make sense of what happemedssess whether they should have seen it céming.

“Both field tests were halted last September, agka other trials of similarly designed AIDS vaesitnave either been stopped or
put off indefinitely. Some may be modified andrsthanceled outrightNumerous expertgre questioning both the scientific
premises and the overall strategy of the ne&B00 million in AIDS vaccine research funded anndglby the U.S. government.”

"This is on the same level of catastrophe as thealénger disaster that destroyed a NASA space dbutt’ said Robert Gallogo-
discovererof the human immunodeficiency virus (HIV), which esesAIDS, and head of the Institute for Human Virology in
Baltimore.”

This is only the tip of the ice burg of failure eeding any vaccine for “HIV,” as there have beerfdled trials that were abruptly
halted in many cases, including AIDSVAX and manyey@nd currently, there are 170 in the vaccinelpip for “HIV” as none
of them appear to evoke T-cell activation in maages, or anticipated seroconversion, at a priceft8§00 M/year
(http://aidsinfo.nih.gov/vaccines/MainSearch.aspx?s8ponsor=All&strRecruiting=on&status=1&strNoRecruit ing=on&NRstatus=1).




The even larger Thailand-US military vaccine toalsome 16,000 human beings also was halted, aidANE trial was
cancelled before it was begun. There have beeegssathan 16 halted microbicide trials on Africagsduse the microbicides
increased rather than decreased the “HIV+” detective in the genitally smeared, there have bekachhreast feeding-
dissuasion campaigns because hundreds of infeedsddie to the advice of physicians such as Dr.rleexégarding breast feeding
dissuasion, and numerous (too many to count) faited trials, including Concorde, the Veteran'saff, and the Fischl trial of
AZT, in which all the patients “prescribed AZT hurds of times,” as described by Dr. Levine, diethini several years after
receiving the drug, while many of the few survivarsnt on to develop cancers.

In light of how front line researchers in canaed AIDS typically present their credentials,liming what they emphasize or
not, it is my sincere and honest opinion that tHeéssds of disclosures are glossed over, or aregadihg in the way the
experiences and credentials of Dr. Levine are ptesein paragrapha-14. Especially as in paragraph 13, where Dr. Levine
discloses she has more than 300 publications d¢ bloapters, some of which relate to “HIV.” In mypexience, it isn’t the
quantity, but the quality of work that is notedthg scientific and medical communities. For insggraanong her 300+
publications, could Dr. Levine submit at least ofithem that discloses how “HIV” kills T-cells aBesclaims it does? One such
paper would be worth 100,000 papers that assunhegital mechanisms that have no basis in experiaieeality: instead of
revealing such dismal progress in AIDS researcltéocer research and “treatment”), the numerousritiees, professional
attachments, and claims of experience with hundoedsousands of AIDS patients as claimed by Drihe gives the impression
that such experiences have led to some “speciatlieage” that only those in her position or with éstory can comprehend,
regarding what is best for these patients. Notkimgd be further from the truth, as this challetm®r. Levine’s God-like
certainties are provided by the following infornastithat reveals typically how scientifically tratheand as | would argue, less
self-impressed researchers of AIDS, describe tesiarch, the state of their science, clinicalsrar new treatments and their
outcomes (I will give only several examples inste&@0 as | did for melanoma above). For instairtgtead of claiming, as does
Dr. Levine, that “I have been involved in the studgre and treatment of patients with HIV/AIDS asdociated malignancies
since the earliest recognition of the epidemicobeft had a name,” other researchers show slightlse scientific caution, and
what may be described as the kind of scientificaggh that comes with true experience involvingitfiermation associated with
such fatal syndromes as cancer and AIDS, as oppogsether glib reassurances that long lists oflentials can somehow lend
special insights not acquired by the rest of thergific and medical community.

Dr. Abigail Zugar stated it in most clearly in warthat, although slightly technical, are easy tdarstand, and the implications are
clear:

“The Puzzle of CD4-Cell Depletion Despite Good Mitfauppressionn some patients, CD4-cell counts fail to rise aperted.
Could extensive lymph node fibrosis be responsible?

In other words, instead of Dr. Levine’s glitassurances that “the sciences” of cancer and AlBSlear and transparent to all, in
the most recent journals of AIDS Clinical Care,e tfAIDS” syndrome is unexpectedly progressing ionfrof doctor’'s eyes, and
despite treatments with “life saving anti-retrolgraand in many cases without “HIV” being detect&tdall. Even more concerning
statements followed:

“In a recent study, NIH researchers sought evideticeupportany of severahypothetical explanationdor the aberrant CD4-cell
responses seen in four patients on combination WRJse CD4 counts had fallen from a median of 718/o@ to a median 0£27
cells/mni despite persistently undetectable plasma viral le&tha? AIDS Clincial Care, June 1, 2009.

These patients were taking a double or triple Ald&g cocktail regimen, no “viral load” could be deted, yet their T-cells were
plunging from relatively normal levels to the waoime and CDC-defined level reached when doctorgestighat drug therapy
should begin, at around 200-300 CD4+ cells/ninug “resistance” was “checked” and found not toabeissue. However, what is
most troubling is that Dr. Zugar then writes that:

“Residual replicating HIV did not seem to be the problem: Resultsultfasensitive PCR and assays for peripheral blood
mononuclearcell-associatedHlV RNA and proviral HIV DNA — and of assays fel-associated HIV RNA and proviral DNA in
mononuclear cells from inguinal lymph nodes — veémglar to those obtained in othesuccessfully treategatients.”

Dr. Levine’s credentials and touted experiealse are of concern because of the following tygfemdmissions by federally
funded research groups throughout America:

"A nationwide team of orthodox AIDS researchersidgdloctors Benigno Rodriguez and Michael Lederofdbase Western
Reserve University in Clevelaade disputing the value of viral load testsstandard used since 1996 to assess health,qiredi



progression to disease, and grant approval to néidSAdrugs after their study of 2,800 HIV positicesicluded viral load
measuresdiled in more than 90% of casds predict or explain immune status...”™Viral load only able to predict progression
to disease in 4% to 6% of HIV-positives studiedlleinging much of the basis for current AIDS sceand treatment policy
[Rodriquez B, Sethi AK, Cheruvu VK, et al. Predietivalue of plasma HIV RNA level on rate of CD4 Tlcecline

in untreated HIV infection. JAMA 296(12):1498-5()06; Cohen J. Study says HIV blood levels dogdjmt immune decline. Science
313(5795):1868, 20086].

Most horrifying, regarding Levine’s use of feredentials” to justify her point of view on thissue, is the fact that
universal testing for "HIV" "infection" is known tacrease morbidity and death amongst those desigrees “HIV/AIDS”
patients, rather than decrease their morbiditydeath. For example, de Martiebal. concluded that children born to ZDV-
treated mothers (ZVD is AZT, or the AIDS drug, Aaidymidine):

"are more likelyto have a rapid course of HIV-1 infection compawéth children born to untreated mothers, as digeas
progression and immunological deterioration arersiigantly more rapicand the risk of death is actually increasefliring
the first 3 years of lifé [de Martino et al., Rapid disease progressionlv-H perinatally infected children born to mothers
receiving zidovudine monotherapy during pregnaddipS. 13(8):927-933, May 28, 1999. The Italian Reteri for HIV
Infection in Children AIDS, 13:927-933, 1999].

In the journal Pediatrics, Antoni Noguera leteported thatAlmost half of the children (63 of 127) who were exposed to
nucleoside analogues developed benign and selfeliriyperlactatemia when symptomatic, nucleosiddognie—induced
toxicity affectecheurologic developmerit [Antoni Noguera et al. Pediatrics, Vol. 114 Nd\N&vember, pp 598-603, 2004].

In 1992, The Veterans Affairs Co-operative dytuGroup reported that AZT disproportionately hadmiglacks and
Hispanics, and provided no benefit to the quellifigadvancing immune suppression in Caucasianshantied healthier
subjects (early treated) more than persons coreidir exhibit clinical symptoms of AIDS [JD Hamitteet. al. and the
Veterans Affairs Cooperative Study Group. A conéwltrial of early versus late treatment with ziddine in symptomatic
human immunodifficiency virus infection." New EngthJournal of Medicine, 326: 437-434, 1992].

The Concorde trial, which was published withendorsement by Burroughs Wellcome’s Coordina@agnmittee who
declined to endorse the final report, and which thadargest, longest, and best controlled adult Akl concluded:

“The results of Concorddo _notencourage the early use of zidovudine in symptemifiIV-infected adults. They also call
into question the uncriticalse of CD4 cell counts as a surrogate endpofot assessment of benefit from long-term
antiretroviral therapy” [Seligmann et al., Concorde: MRC/ANRS randomisedtde-blind controlled trial of immediate and
deferred zidovudine in symptom-free HIV infectiddoncorde Coordinating Committee. Lancet, Apr 9;898@):871-81,
1994].

Perhaps this sad legacy of drugging experimentBumnan subjects is howhere made so obvious as irefiwt issued
after the first decade of HAART, where it was clatinthat improvements in “viral load” measuremengsemobtained but
there were NO improvements in mortality. In fact, Devine lists the kinds of committees as her erdiéls that recommend
these kinds of vast an uninformed human experirians®me cases, they are the very same ones, thdteline lists as
evidence of her vast experience with AIDS:

Methods: We analyzed data fro2R,217treatment-naive HIV-1-infecteddults who had started HAART and were followed
in one of12 cohort studies. The probabilility of reaching 500&ss HIV-1 RNA copies per mL by 6 months, anchange

in CD4 cell counts, were analyzed for patients tatgr HAART in 1995-96, 1997, 1998, 1999, 2000, 2@d# 2002-03. The
primary endpoints were the hazard ratios for AID®Idor death from all causes in the first year dAART, which were
estimated using Cox regression.

Interpretation: Virological response after starting AARTimprovedover calander yeardyut such improvement has not
translated into a decrease in mortalityThe Antiretroviral Therapy (ART) cohort Collabdi@n-www.thelancet.com Vol
368, 451-58, August 5, 2006].

Thus, for those on the front lines, rather ttrenlayman perhaps, the impressive credentidlyr ofevine that are associated with
these types and other ongoing human experimentshwhight be more aptly described as challengedsizegging disasters, are
inconsistent with the true state of both AIDS aadaer research and treatment. Long lists of impressedentials, such as Dr.
Levine’s, cannot ever substitute for actual scfentir medical progress or achievement in the diiloes that might actually make a
difference in patient care. The blurring of actseientific or medical achievement toward any pdgsibrative directions, waged
against such syndromes as cancer or AIDS with sletied descriptions of political achievement @wddemic/medical



advancement in these contexts, can only be writtdre misleading as to the true nature of our ignoe as either scientists or front-
line physicians regarding these syndromes, asarngw of the information would reveal.

Paragraph 16:

Again, in this paragraph, | find Dr. Levine’'s waeHoice misleading. She carefully refers to andwaihat [paraphrase] “NHL is
notfully understood, [and] it has long been appreciatecthieatlisease occurs at greater rates in the setticigronic
immunosuppression.” In my experience, not onlyng eancer “not fully understood,” but those whodstit intensively would agree
that very little, if anything is known about thensijomes called cancer. Moreover, the word-choindghe setting of chronic
immunosuppression” belies the fact that in biolagg/well as in medicine, immune suppression itse#f never been linked to the
cause of any cancer(s)...(please see my analyssagsue in my report, “Is AZT a carcinogen”).

Paragraph 17:

Dr. Levine’s misinformation and distortions continin this paragraptiThe human immune system protects against infe¢tioe
enough) and other diseases including car(ti@s is a biologically indefensible claim). Whilds true that the immune system
protects against infection, one of the ways it dbés(either through natural infection or vacciaa}, is that antibodies are produced
by the immune system against a universe of patlmgen a positive antibody test against molecul¢isose antigens that that
immune system produces are thereafter protectifetoife infections by those same antigens (eittierugh natural acquisition or
vaccine challenges). While generally true, and withadmission that natural infection always presithetter and longer protection
than any vaccine introduction of antigens, the Alid8struct stands as a principal exception togaiseral immunological
hypothesis. Instead of being protective againsi/ifection,” a positive antibody test signals toiacorrectly interpreted
phenomenology, that an “HIV-positive” individualnsore likely to develop disease (AIDS) than a nbtiV-positive “carrier” of
“HIV” antibodies. To correct this biologically camatry and indefensible view of the facts known teriomology that contradicts an
entire biotech industry that provides antibodiebitdogical laboratories like mine against actinfubulin, for instance, the Nobelist,
and discoverer of “HIV,” Professor Luc Montagnikas tried repeatedly and recently on public retormbrrect this absurdity. In a
recent interview, for instance, Luc Montagnierdrte correct this misapprehension and misapplinatichis Nobel-worthy finding

of “HIV.” Luc Montagnier in a recent documentaryostm all over the world said in this regard thatotiycan catch it (“HIV") many
times and if your immune system is strong you cetrrigl of it” no problem! (This specific interviewith the Nobelist, Luc
Montagnier, discoverer of “HIV,” [in exception torOLevine, can be watched at
http://www.youtube.com/watch?v=WQoNW?7I0OnTahd the entire film, “House of numbers,” in whittistinterview takes place, can be
seen in its entirety at

http://www.facebook.com/l.php?u=http%3A%2F%2Fhigitients.taba.ru%2Fvideo%2Ff%2F26508 _Dom_chisel&trficd5eYwjJV-
GDsjmQI3gQp8u_Vy

Luc Montagnier:

“...I believe HIV, we can be exposed t¥ Hany times without being chronically infect®dir immune system will get rid of
the virus in a few weeksf you havea goodimmune systemand this is alsdhe problemwith African people their nutrition is not
very equilibrated, they are ioxidative stressevenif theyare nd infected with HIV, so their immune system doewwik well
already, so it is prone, you know, to allow HIVget in and persist. So there are many waps,the vaccingmany ways to decrease
the transmission just by simple measures miitrition, giving anti-oxidants, proper anti-oxidats-hygiene measures, fighting the
other infections”

Interviewer:

“If you have a good immune system, @ body can naturally get rid of HIV?”

Luc Montagnier:
“Yes.”

This recent internationally-presented corractiad readjustment of the irrational “HIV'=AIDS=Dtdalse construct by the
Nobelist and discoverer of “HIV” brings into focudhat is known more generally about how antibodgssrsst an infectious agent
are protective of future infection, in the settifga normal immune system, and should stand astiantenial regarding Dr. Levine’s
understanding of debunked immunological hypothesgarding “the immune system’s protective role” engenerally.

Regarding putting a cart before the horse diggrthe causal association between immune suppreasd cancer, or cancer
causing immune suppression, the preponderancaddree that cancer causes immunosuppression isfregreently or
predictably encountered than the fact that lowmmmmunity or immune systems, as is found in em&ignd newborns, is a
favorable condition for cancer development, whioéytare not. For instance, Ryungsa Kim, Manabu Brmd,Kazuaki Tanabe
published that, “Cancer immunosuppression andraatone disease: beyond immunosuppressive networksrhour immunity
wrote (Immunology. 2006 October; 119(2): 254263 #0.1111/j.1365-2567.2006.02430.x. InternatidRadiation Information
Centre, Hiroshima University, Hiroshima, Japan):



Abstract

Cancer immunosuppression evolves by constituti@m @ihmunosuppressive netwaktending from a primary tumour sitéo
secondary lymphoid organs and peripheral vessetsiamediated by several tumour-derived solubléofaq TDSFs) such as
interleukin-10 (IL-10), transforming growth factgr(TGF) and vascular endothelial growth factor (VEGF). SBs induce
immature myeloid cells and regulatory T cells im@wlance with tumour progression, resulting in higibition of dendritic cell
maturation and T-cell activation in a tumour-spéacifnmune response. Tumour cells grow by explo#ipgo-inflammatory
situation in the tumour microenvironment, whereasune cells are regulated by TDSFs during antamfinatory situations—
mediated by impaired clearance of apoptotic cellsat-tause the release of IL-10, T@Fand prostaglandin E2 (PGE2) by
macrophages. Accumulation of impaired apoptotitsdalduces anti-DNA antibodies directed against astigens, which
resembles a pseudo-autoimmune status. Systemi éupthhematosus is a prototype of autoimmune distes is characterized
by defective tolerance of self antigens, the preserf anti-DNA antibodies and a pro-inflammatorgpense. The anti-DNA
antibodies can be produced by impaired clearancgpaoiptotic cells, which is the result of a hereditdeficiency of complements
Clq, C3 and C4, which are involved in the recognitbf phagocytosis by macrophages. Thus, it i$/litkeit impaired clearance
of apoptotic cells is able to provoke differentagmf immune dysfunction in cancer and autoimmiseade in which some are
similar and others are critically different. Thisview discusses a comparison of immunological dgsifuns in cancer and
autoimmune disease with the aim of exploring nesigitts beyond cancer immunosuppression in tumoonuinity.

In other words, it is more generally acceptethe scientific and medical communities that tusreomd cancer cause immune
suppression, rather than the opposite, and thatriieveloped or injured immune system does notecaaiscers, but will under
suppressed circumstances, allow them to flourighawit rejection. The transplant literature alsodssistent with this view, as
immune suppressive drug regimens are themselvegogenic (see my treatment of this subject inAHT a carcinogen”).
Indeed, recently, the medical community has nowlrezaware that such drugs as cyclosporines causercdirectly, rather than
allowing the cause of cancer to arise becauseesktdrugs abilities to suppress certain elemeriteeafinmune system.
Paragraph 18:Dr. Levine’s discusses how NHL and Kaposi's sarcéimeame first recognized as AIDS-defining illnessésr
argument regarding how NHL was known to be statdlif increased and associated with HIV well beftve advent of AZT
neglects to mention, for instance, that Kaposirs@aa was first named by Moritz Kaposi more thaeatury ago, and can occur
in the complete absence of any T-cell defect (Eld8bng-Staal & Robert C. Gallo. Nature Vol 317, & 0985.

"The association of Kaposi's sarcoma with AIDS dessespecial mention. This otherwesdremelyrare malignancy occurs
predominantly in a restricted group, that is, thenosexuals, and can ocdarthe absencef any T-cell defect in the patients.”

Following Wong-Staal's and Gallo’s construcoaé this means: A (Homosexuals)=B (no decline tectable defect in T-
cells)=C (AIDS-Kaposi’s).

This kind of simplistic textbook description Bf. Levine regarding complex associations knowaxist between various risk
groups and so-called AIDS-defining illnesses ispried again here without proper discussion oftimeplexities inherent in
these associations/syndromes, in order to propdgese tired, long-debunked, and woefully inacaihgtpotheses regarding the
immune system and cancers or cancer-like syndrohtesfact that even the so-called co-discoveréHd¥,” Robert Gallo
recognized and published this disconnect betweeellTdefects and Kaposi's as far back as 1985tikitiss that Dr. Levine is not
current on the evolving picture of “HIV/AIDS.” Iratt, illicit drug usage, as well as nitrosaminesendentified as being
significant risk factors for the initial developmesf Kaposi's sarcoma before the advent of AZT, amday have escaped her
memory that it was Robert Gallo, who consulted wlith Late Judah Folkman of Harvard (my former mgnto explain why
Kaposi’s itself, as one of the first two AIDS-indtor illnesses, could not possibly have any thinda with “HIV,” as it is
presented in Dr. Gallo’s book, “Virus Hunting andrcer” (page 267), and that even more concerriirag Kaposi's spindle-
shaped cells have characteristics other than eelitbells, as my mentor educated him about. dwentually, after the tat-
transgene experiments of Jay failed to show any/“tdl” protein among Kaposi cell lesions, anotheuy was soon blamed
(HHV) for Kaposi's on the basis of equally tenu@xperimental evidence.
Paragraph 19:
Again, | find it disconcerting that Dr. Levine piides us with increasingly inaccurate and wrongrmation in this paragraph, where
she describes how AZT “kills” viruses, and that AZ@&s the first effective treatment against “HIVIe&se see my description of the
1987 fraudulent Fischl trial, after which AZT beaafiirDA approved” to kill AIDS patients at those dges used then, within about
3 years, which was not long enough to assessritinogenic potential. The collaborative Europead American trail of HAART
cited above that describes the outcome of more2Bar00 HAART-prescribed patients addresses Driness cheerful, if incorrect
recollections regarding hoWWhe introduction of AZT followed by other effeetiantiretroviral medications used in combination
radically changed the course of the AIDS epidemanidl where she goes on to admit tttéwever, the antiretroviral treatments
cannot kill the HIV completely, and thus are natuae.” Many patients that do not die from liver or kidreailure, or profound



anemia, or cancer due to continuous AZT or HAARTE, ill continuously drugged for as long as thawg tolerate the regimens of
the same ineffective and toxic drugs used to nddlilgancer patients, which is why they are cyctedand off drugs with similar
mechanistic profiles. This paragraph is riddlechviitaccuracies, distortions, and biologically wronfprmation, while it at the same
time, it demonstrates how propaganda continues tdvanced regarding the value of HAART. For instamobody has ever
demonstrated that AZT “kills” “HIV” In Vivo, as tofew particles of “HIV” are ever indirectly found ian “infected person” to
begin with (which is why PCR is used today agaitssinventor’s warnings that it doesn’t detect “H)VAlso in this context, the
language used, “AZT kills the virus” betrays anreriely naive if not uninformed view of viruses ¢ixig as living things in the first
place, which they are not of course. AZT doesnili™&ny virus...it interferes with the normal metdhwfunctioning of nucleic acid
synthesis, leading to mitochondrial damage, mistakdNA replication, and a plethora of other damagerted on normal
replicating cells of the body, which will eventyalead to death as would any chemotherapeutic rgiwvith a similar mechanism
of action.

Paragraphs 20-37:

In paragraphs 20-37 Dr. Levine gives us a safeshort discussions exhibiting what she knowsuaithe association of NHL with
AZT. | have extensively dissected these data irpmyiously admitted position statement, “Is AZTaaaginogen,” and so therefore |
will not cover this here. However, to summarize phiacipal point made in the “Is AZT a carcinogerabysis,” it should be
emphasized here that one cannot demonstrate dgussfig epidemiological studies, surrogate mark€rsell numbers), other
syndromes associated with cancer such as immurpeessgion, or indeed with any of the arguments pitesiby Dr. Levine in
paragraphs 20-37. Suffice it to say, to do so wdadkin to claiming that fire trucks cause firesduse they frequently are seen
where there are fires occurring, or that skid maeksse auto accidents because they too are oftguently associated. Similarly,
epidemiological arguments cannot be used to demaiastausality or in many cases, to even excluthuaal relationship because,
absurdities and unrelated information can neverdde as independent or dependent variables. Lajiveeone example. Lets
assume that the consumption of alcohol is invoine20% of auto accidents. This does not mean teatémaining 80% of auto
accidents are caused by the consumption of waitét jdice, coffee, or other beverages. One mustigeexperiments using one
independent variable, to compare the outcome tréble exerts in the system being tested. WhedaPéxamined the NHL rate(s)
of men treated with AZT, Dr. Levine is fundamentalbrrect that this did not prove a causal conpedtietween AZT use and NHL;
when Moore examined his cohorts for a connectidwéen AZT usage and NHL and found a much highesadto for the
development of lymphoma, again this does not poaesality. However, when the carefully designecentdtudies with
AZT were performed, using organisms whose entieedpan could be followed while on the drug, it wasnonstrated by a number
of groups that the scientific conditions to demeattst causality were satisfied, and that AZT waseiased with a significant rate of
cancer in various rodents. When Pluda examinedurigving cohorts at 36 months who had consumed AZd found a 46% rate
of lymphoma, this information, along with all othiaformation should have signaled to the medicahcmnity, a possibly
dangerous association between AZT and NHL, mone éhdecade or more before California decided toephsZT on its list of
carcinogens.

Dr. Levine can choose to ignore the numeisabciations in the very same studies she citesridude no association
between AZT and NHL, but none of these studiesstenw causality, as they all measure indirect markérmmune deficiency
which in many cases don't reflect immune deficieatyll (as Dr. Gallo warned regarding the fact #&@posi’'s sarcoma can
occur without any evidence of T-cell defect, otlas Cleveland study cited above pointed out thedehmarkers only could
predict disease progression in 4% to 6% of patje@#fen, if not always, these “epidemiologicaldits” used indirect or disputed
markers of viral infection, or in one case (Grulicktudy), the abundance of immunoglobulins asd#ie highest risk factor for
the development of cancer as the antibodies adesdstimulate” B-cells” (that supposedly “HIV” é&¥es alone) to generate
cancers (as has been known also with other bloolersasuch as SED rates before these studies wenecenducted), etc. Yet
these associations are inherently contradictobegin with. For instance, how could an immune seggive illness cause an up-
regulation in the immune system too, and in domg®w could an epidemiologist isolate a singleepehdent variable to
demonstrate causality? With all of these variabbasting as a blur as epidemiological markers, fikeetrucks causing fires, the
only cogent conclusion possible with Pluda’s, Magr&lunoz, and others incomplete epidemiologicakeasments, is that when
rates of NHL or other cancers are encountered éettyiin persons who are highly antigenically stiated, drugged, or for other
reasons, it should serve as a danger signal thgsdwith mechanisms of action known to causalhyegate cancers in test
organisms such as mice at rates sometimes exce2@fagthat such a substance also might be resgerisitthe generation of
cancers in other mammals such as humans, and vasd@alifornia wisely recently decided in 2009, dbdde banned for use in
humans as potential human carcinogens insteadldbfeuman experimental test subjects for life witirnings of compliance, as
Dr. Levine advocates doing in paragraph 37.

Paragraph 38:

Most disturbing of all, perhaps, of Dr. Leviaglssessments or opinions are encountered byeladément and explanation of the
Robert Zapata records. If her assessment in héardéon is representative of her diagnosis, treaitisi and assessments of
thousands or hundreds (whatever the real numlignist clear as she claims both), then the extetiteodamage she might have



caused is beyond estimation. The repeated lymph hmpsies unequivocally rule out a possible AlD&ydosis, and because they
were checked so many times for lymphoma, while ligngothe bone findings, it is almost a certaintgttMr. Zapata harbored a
diffuse B-cell lymphoma in his bone marrow.

Perhaps the most egregious error of certaimtynsakes is in the definition of cancer being adedrby Dr. Levine, which is at
odds with the Robert Zapata's records, the cestdiatis an “HIV” patient in the setting of a negati'HIV” test being discovered
before he developed and was treated for a herfexion, and the fact that not even NHL expertsthar textbooks are in
agreement about many of the diagnostic featurgamdus NHL's or lymphomas more generally. The gt highly metabolic
labeling and crushed lymphoid cells are consistétit NHL cancer, that Dr. Levine apparently is a@tare of despite her claimed
expertise and NHL research focus. The followinginfation can rule out AIDS, but can only suggeat ¥r. Zapata harbored an
NHL cancer at the time of his death. It stronglggests that his tonsil lymphoma in 2005 was cabgdus consumption of AZT.

TIMELINE OF MEDICAL INFORMATION PROVIDED FOR ROBERT  ZAPATA.
Treatment for “HIV” and herpes.

1. 1999 (October). Mr. Zapata, a 33 year-old Hispanale, is tested for “HIV.His test is negative He has recently married, and
has had 2 children with his wife.

2. 2000 (March). Five months later, Mr. Zapatatsisiis doctor. His doctor’s written notes descti Mr. Zapata is suffering
from fatigue, night sweats, skin rashes, and heidesZapata is tested for “HIV” again and the tiesticates to his doctor that he
is positive for “HIV.” There is no discussion notttht it had been widely acknowledged since 199&@ndy the CDC, that herpes
causes “HIV” tests to react positive:

Langedijk J, Vos W, Doornum G, et al. 1992. Idecéifion of cross-reactive epitopes recognized by-#ifalse-positive sera.
AIDS 6:1547-1548.

Challakere K, Rapaport M. 1993. False-positive huimamunodeficiency virus type 1 ELISA results invioisk subjectsWest. J.
Med 159(2):214-215.

3. 2000 (April). A second visit is made a month tateApril, and the doctor's notes describe brotisha rash on buttocks, night
sweats, a new rash on his arm with red blistet&kdplakia of the mouth and throat, and “herpesexdsat this visit, six months
after testing “HIV-negative,” a confirmatory testriot given, and Mr. Zapata is prescribed full desaofcombivir, sustiva,
septrim, chlortrimazole, and acyclovir. Combivir is a combination AIDS medication made@GwaxoSmithKline, and contains
zidovudine (AZT), and lamivudine (3TC). One of timany major and frequent adverse reactions to A4he development of
non-Hodgkin’s lymphoma in some 40-70% of patieste(Pluda et al.). This life threatening adveesetion is stated on the
package insert of the AZT, as well as a long Ifstther life-threatening and life-ending side effeof AZT:

“...anemia, dementia, diarrhea, muscle wasting, cdiadiis, non-specific oral lesions, severe fatigerdarged liver and liver
failure, heart failure, diabetes, unmasking of opportunistic infectiar@duding CMV retinitis, spontaneous bleeding in

hemophiliacslymphoma..”

AZT (Zidovudine) has been placed on Californiess dif known carcinogens:
(http://www.oehha.ca.gov/prop65/prop65_list/filedBBifigle 10081 0.pdlf Lamivudine is a nucleoside analog whose chemical
adverse effects are known to be similar to thos&Z0f's. Sustiva is an addictive drug now known wdmoked by children and
adults in South Africa to get high. All warningsattcan be found in medical databases claim thataidine and lamivudine is not
a cure and may not decrease the number of HIVegli#ihesses. Yet, none of the potential adverfextsf of any of these drugs
were disclosed to Mr. Zapata. There also are kn@amingcontraindications against combining combivir with ayclovir, a
drug given to herpes patients, which a month eanlas prescribed to Mr. Zapata at a dose of 80G¥day (almost a gram), for
10 days. The CDC recommends for first time herpéections either acyclovir 400 mg orally three tgveeday for 7—10 days or
acyclovir 200 mg orally five times a day for 7—18yd. In recurrent infections, the recommended desage: acyclovir 400 mg
orally three times a day for 5 days, acyclovir 8§ orally twice a day for 5 days or acyclovir 809 orally three times a day for
2 days. The quantities given of combivir is notetbbn the records, but the addictive drug sussiyaéscribed at 200mg 3X/day.

4.2000 (October). Seven months after initially tegtiHIVV-positive in March,” Mr. Zapata’'s CD-4 T-deland “viral load” are
measured (T-cells=164, and his VL= 147). Thesesmesments generally should suggest to modern medazdard of care



thinking that eitherl. Mr. Zapata has had AIDS for a long time whicleasitra-indicated by his October 1999 negative “HIV”
test, as 164 CD-4 represents a low reading, tylpitabught to represent a very long-time AIDS cdiuai of more than several
years duration, yet he tested negative only 12 hsobéfore2. In light of the negative “HIV” test provided ir©29 in October,
and although a “confirmatory “HIV” WESTERN blot tegas not obtained, Mr. Zapata is extremely likelye a false positive
“HIV” tester due to his herpes infection, or for @her known reasons. Mr. Zapata presents at ibitswith dermatitis, a rash on
his buttocks, fatigue, hairy leukoplakia in his rfoand throat, rhinitis, cough, bronchitis, anditg@rherpes. He is offereal
pneumococcal vaccine, flu-medicine, septra, combiyisustiva (200mg/3X day), antbtrimin for diarrhea.

5. 2000 (December). Mr. Zapata again visits his aloahd presents with a cough. His T-cells and Voratl are measured again:
T-cells=247, VL=1233. Clearly, according to thegtiastic information and expected therapeutic outpavailable on medical
databases, these numbers signal that he is regeivibenefit from his ARV cocktail because his atiexl viral load has increased
to 1233 while his T-cells are becoming only slightiore numerous. HAART should depress viral load imcrease it.

Cancer diagnosis and treatment:

6. 2005 (November). Five years later, Mr. Zapatdragits his doctor, and presents with peritotisifno mention of hairy
leukoplakia), and a golf-ball sized tumor is fougrdwing on his left tonsil in his throat. The lesiis biopsied, stained, it reacts
positive for B20, and negatively for cytokeratirE WAE/3, and other diagnostic indicators @d-aell non-Hodgkin's lymphoma
(NHL). The tumor tissue is necrotic, and there“ateets” of large lymphoid cells with irregular hear borders, one to multiple
conspicuous nucleoli, and an even chromatin patféra tumor is surgically removed. A discussioreisorded on the medical
record about his compliance/non-compliance with HRNA(combivir, sustiva, septrin, and other mediaagisince he had been
prescribed them 5-years ealier, in 20@0jnonoclonal gammopathy to rule out systemic invokment of the lymphoma is not
performed, but discussed among his doctorLysts in his left kidney are discovered on CTnsca

7.2005 (December). A bone marrow study is perforfioedtaging purposes. CBC from 12/12/05 reveals RRC
million/microliter, HGB=15.2 gm/dl, HCT=43.7%, MC\87, platelets=245,000/mlyBC=5.0 million/microliter , with an
automated differential of 74% neutrophils, 22% lyrapytes, and 4% monocytes. Despite his admitteecoampliance with
HAART preceding the removal of the tumor, his blawark, including his RBC’s and white count are lie thormal range. R-
CHORP therapy is initiated. At this time it is notidgwht he has adequate marrow iron stores, mild ragtasmacytosis (4%§light
peripheral leucopenig but he is deemed negative for marrow involvenigmmalignant non-Hodgkin’s lymphoma.

8. 2008 (July). Mr. Zapata, now 43 years old, presahthe hospital with debilitating back pain,ahxng both lumbar and
thoracic spinal vertebra. His pain is unrespontiveicadin. His abdomen is soft and tender. Higsplin CT scans is described at
the upper limits of normal size at 13 cm, increasenh a previous scamwith a low density focus posteriorly Mild scarring is
seen at the right lung base, along with some deperatlectasis. There appeared to be more vaspalliatthese regiorig mosaic
patterns. His pancreas, gallbladder, and adrenals arenark@ble. Although his lymph nodes appear unrenidekde is given a
lymph node biopsy of a slightly enlarged left adilf ymph node with negative findings for non-Hoigk B cell lymphoma.
However, what the biopsy results do indicate abouhis left axillary lymph node is surprising from the perspective of an 8-
year “HIV/AIDS” diagnosis. Sections of his enlargechode demonstrate no evidence of effacement. Thariph node is
composed predominantly of primary follicles with ocasional secondary follicles formation. The secondafollicles have
polarized germinal centers. The interfollicular population is mixed and includes plasma cells. No Re€gternberg cells are
present, and there are no granulomas. With this caful pathological analysis, no fibrosis of this adary lymph node of any
kind is noted, despite the imagined ravages of amy@ar “HIV” infection and admitted non-compliance to HAART.

On scans two renal calculi are visualized aretabolic labelingof his bone marrow is greater than that normally sen
without stimulation. The finding is explained as a result @idividual variation .” Punctate sclerotic foci are seen in both
femoral heads, and degenerative changes are seenlimbar spine. A bone marrow apirate smearcamne biopsy shows
extensive necrosis (80% necroti¢with the only viable portion of the core biop$osiingdense fibrosis with occasional mixed
hematopoietic elements andushed lymphoid cells_(crushed lymphoid cells havBeen established as a diagnostic criteria for
primary bone lymphomas at least since 1996ee below)Reticulin fibrosis is markedly increased (3-4&yen in the large
area of necrosis Rare bone marrow elements including maturing oigetells, erythroid cells, andre megakaryocytes are
entrapped within fibrious material and scattesedll lymphocytesare also noted. Immunophenotypic analysis thpeiformed
by US Labs (#AFT08016225) shows decreased CD4+I$4weat no evidence of non-Hodgkin's lymphon8% of the
lymphocytes are T-cells with a reduced CD4: CD8 rad and normal pan-T-cell antigen expressiod% are polyclonal B
cells, and the remainder are NK cells. He is diagdowith mild bilateral axillary adenopathy witlidar and more numerous
nodes than are normally seen, that have incredsee the last exam. His lungs are clédis white blood cell count is in the
normal range (5.3) suggesting he no longer (or ever did) have AlBiBally, and significantly, it is noted that bone narrow




activity is greater than usually seen without recenbone marrow stimulation, and a diffuse hypermetablic infiltrating
process in the marrow cannot be excluded. The difee marrow infiltrative process is present throughotithe thoracic
spine. It is also noted that the marrow of the lumbsacral spine involving the length of the spinal ax is diffusely
heterogeneous, consistent with diffuse marrow infitation, and consistent with a bone marrow lymphoma

8. 2008 (August). Mr. Zapata returned to the hosuite8/2/2008 presenting with dyspnea, chest pait vamiting. He submits
to a stomach GE biopsy, and he is diagnosed asdnavbenign squamous mucosa with mild chronic chaoantiguous gastric
mucosa with moderate chronic inflammation, andpyeears negative for intestinal metaplasia or dygsplésome new small
bilateral pleural effusions are noted on a scan@ated with atelectasis or consolidation, whicliehimcreased from the previous
exam.There is an abnormal leukocyte accumulation on hiking’s lower quadrant, which is described as “abnomal.” His
monocytes measure at 10.6 which is elevated. It lgonphocyte count is measured at 1.7. He staykéa hospital for 18 days
and is discharged on 8/20/2008. Although it isestahat there is no evidence of malignancy, Mp&a presents with severe
back pain and severe osteonecrosis of his vertetatapine, and with a worrisome high-metabolic aligliscovered throughout
his bone marrow suggestive of “a diffuse infiltvatiprocess;” a grade 3 esophagitis and mild gaatihgpand fever are reported,
all cultures are negative for microorganisms, herhied respiratory and metabolic alkadosis, hg/erventilating, is
diaphoretic, and shows a potassium and magnesifinitdde is given but cannot tolerate NSIDs (Naer®idal Inflammatory
Drugs). He is given a fentanyl patch, and methadonpain. His monocyte count is normal, and hiaémarrow is “hyper-
reactive” on PET. His medical records say thatsh@rovided with and restarted on HAART, althougis ot clear in Mr. Zapata
resumed HAART at this point or not.

9. 2008 (September). Mr. Zapata indicates profouredraa and normal total T-cell counts.

10.2008 (October). Mr. Zapata presents in the morgtke jaundice, hepatospenomegaly with necrosisotii lorgans,
hemorrhages through his body, a yeast infectich@fungs but not bone marrow, profound osteonécersl bone-marrow
hemorrhages, a calcified pancreas, he is emachitedhtestines have hemorrhages on their outggesal layer), and he has a
new organ in his chest known as extramedullary hepagesis, suggesting that the body has tried topemsate for his lack of red
blood cell production since his bone marrow wasadiput, by providing this extra organ located alg¢ghe bone marrow. Mr.
Zapata died with profound bone marrow necrosisategplenomegaly and necrosis of these organs. ffioebdeath certificate
states that he presented with aspiration pneumaniapper Gl bleed, DIC, HIV, hypoxemia, hypoglyéensepsis, bone marrow
hemorrhage, and jaundice. He is deemed an AIDS case

Although pathology is a science when differalndiagnoses are correctly performed and intergrétean first and foremost
definitively eliminate causes. In this context;din be decisively stated that the autopsy, patlypknd the clinical data and
observations described in this report show cletidy Robert did not suffer from AIDS during the g&grior to his death or at the
time of his death:

A) Mr. Zapata did not die due to complications BilV,” “AIDS,” or an infectious cause. At 34 year§ age, he had just been
married and had two children, and tested “HIV” rntaga5 months before he was diagnosed with hemgbigsh causes “HIV” tests
to react positive. He was not given a confirmatdigSTERN blot test.

B) Mr. Zapata’s T-cell numbers were normal 5 ydatsr although it was claimed he wasn’t compliaithWHAART near the time
immediately preceding his lymphoma diagnosis aedtinent.

C) Mr. Zapata’s T-cell numbers were normal in Xy year he died and again in September they weaenormal only a month
before he died.

D) Although Mr. Zapata's CD4/CD8 was low in Julyri®nths before his death, his total WBC count wiaié normal range).
According to the WHO, total lymphocyte counts asepeedictive if not more predictive than CD4/CD8as in predicting demise
and death due to AIDS.

E) Sections of Mr. Zapata’'s enlarged node dematestra evidence of effacement, and it was composadiopinantly of primary
follicles with occasional secondary follicles. Téecondary follicles had normal, polarized germu@iters. According to the most
recent studies published and discussed in suchatsuas The Journal of Infectious Diseases and Allx8cal Care, the most
diagnostic hallmark of long term AIDS progressisrséen as fibrosis in the lymph nodes. (Evaluaifdhe pathogenesis of
decreasing CDA4T cell counts in human immunodeficiency virus typénfected patients, receiving successfully suggive
antiretroviral therapyNies-Kraske E. et al.J Infect Dis Jun 1; 199:1648, 2009). No fibrosis was noted,iastead, only normal
primary follicles and occasional secondary folléohdgth polarized germinal centerswere discovered, making any claim that Mr.
Zapata had had AIDS for 8 years or at all a prdjmosihat ignores all of his data and records. E&pata was intermittently
falsely diagnosed and treated with highly toxic mations, each of which have been shown to causg nifanot all of the very



symptoms he presented with. It is very likely thistdemise was initiated by these medicationsutiog his lymphoma. To
identify the most likely cause(s) of Mr. Zapata&mise and death, it can be decisively stated that:

A) Mr. Zapata died from a cause that was clearkgdan July and August preceding his death asffas# infiltrative process”
occurring in his bone marrow, that involved hisientertebral column, his ribs, and perhaps otloerels. The high “patchy”
metabolic labeling along with the extensive fibsosidicates that a cancer, leaving signs that & asmalignant one, ravaged and
killed him. This is a rare syndrome, but there hiagen extensive reviews on the subject at lease <if96 in textbooks and
scientific journals (From: Diagnostic Cytopathologglume 15, Issue 5, pages 421-426, December 1996):

Fine-needle aspirate of primary lymphoma of bonmstén M. Htwe M.D., David R. Lucas M.D., Carlos M/.Bedrossian M.D.,
James R. Ryan M.D. Section of Cytopathology, Depart of Pathology, and Department of Orthopaedig8&ry, Wayne State
University School of Medicine, Hutzel Hospital, it MI. Keywords: * malignant lymphoma * bone mpdsms;* fine-needle
aspirations(FNA specimens).

Abstract

Primary lymphoma of bone (PLB) is a rare bone tunkime-needle aspirates (FNA) were done on largetrdetive bone tumors
from 2 elderly men, and both were initially readimsonclusive for malignandyecause of scant cellularityOn retrospective
study of thé=-NA slidesafter examining tissue histologpw numbers of diagnostic cells for lymphoma wereognized on the
smearsThere was extensive crush artifact, and most intaetls were stripped of their cytoplasiim. neither case was enough
material harvested to make cell blocks or to perfospecial studiesTissue histology disclosed abundant fibroconneetiissue
stromawhich probably made it difficult to acquire adegelBNA specimensAnother FNA done on a postoperative PLB tissue
specimen disclosed similar featureSur experience in the 3 cases is consistent Withview that even though smears show scant
cellularity, the diagnosis of PLB caat least be suggestdsy FNA. It is therefore important not to underdhlé specimen because
of low cellularity, and recommendation for tissuaghosis can be given. This procés$acilitated by a high index of suspicion
based on clinical and radiographic finding®iagn Cytopathol 1996;15:421-426. © 1996 Wilegd.,iInc.

Other oncologists from the world’s largestnprehensive cancer centers have called attertihretimportance of looking for
this neoplasm in bone marrow, and have describedftemguently they encounter it. A group from M.Dnderson Comprehensive
Cancer center reported in Diagnostic Cytopatholagy, F., Staerkel, G. and Fanning, T. V. (2003ytddliagnosis of primary
lymphoma of bone on fine-needle aspiration cytolsggcimens: Review of 25 cases. Diagnostic Cytapadly, 28: 205-211.
doi: 10.1002/dc.10266: 1 Department of Laboratdedicine, Geisinger Medical Center, Danville, Paiwenia 2 Department of
Pathology, University of Texas MD Anderson Cancentr, Houston, Texas):

Abstract

Diagnosis of nodal lymphomas on fine-needle aspinat-NA) cytologic specimens has been well esthbll. However,
cytodiagnosis of primary lymphoma of bone has eenbwell documented because of its rarity. We uadkra retrospective
study of 25 cases of FNA cytologic specimens aig lymphoma of bone. The slides were availablegfidew in 20 cases; each
case was evaluated with 15 cytologic features mjwtction with immunophenotyping and available scmgmaterials. Three
diagnostic categories were assigned, including magrbstic (4/16%), suspicious (3/12%), and malign@m®/72%). Among the
18 malignant lymphoma, all were diagnosed on th&shaf cytologic materials together with immunociemistry, except that
two cases also relied on the cell blocks. The regthistic and suspicious cases were subsequentliyroed to be malignant
lymphoma on the surgical core biopsi€d.the 25 cases, 23 cases were large B-cell lymplame follicular lymphoma large
cell type, and one small lymphocytic lymphoma. &glgsitive or false-negative cases were not presehis study seriesn
conclusion, the vast majority of primary lymphomd loone can be accurately diagnosed and classifiad=NA cytologic
specimens in conjunction with immunocytochemistifhe nondiagnostic and suspicious categories cafiutbeer reduced or
eliminated by improving FNA techniques or by recamdation of surgical core biopsies together withesttechniques such as
flow cytometry and molecular analysis. Diagn. Cwyihwl. 2003;28:205-211.

It is important to point out that Mr. Zapatadhrendured fine needle aspiration and cytologicah@ration, yet the determination
of primary bone lymphoma was not made. This paé¢ptrersight on the part of the diagnostic teancahse they considered him
an “AIDS” case, can be appreciated by the factith&tHL, both of the B and T-cell types, have beeted in approximately % of
cases studied. Even physicians in countries wiisasophisticated health care systems have apf@dc¢hat nearly %2 of patients
they studied will present with this tumor, as tltowing study of 49 patients shows, and thahib@ld be considered especially
important to properly assess bone marrow for thiger because 50% or more patients will show theerahere if it is looked



for carefully (From The Indian Journal of Pathol@mnd Microbiology, 2009, Volume 52, Issue 3, Pag82-338 Bone marrow
biopsy in non-Hodgkin lymphoma: A morphologicalcyit

“The overall incidence of marrow involvement by INWas 55.1%.”

“Conclusions: Critical examination of BM biopsieartincrease the diagnostic accuracy, thereby cbating to the prognosis
and appropriate treatment modalities.”

Thus the cancer is not so rare or unknown thahit now medically recognized world-wide.

The hypothesis that Mr. Zapata may have lorentsaiffering from a primary bone NHL, as emphasizgthe emboldened
words in the first abstract presented above fraerMtayne State group, also is supported by the wdi$en that fibrosis is a
common, if not diagnostic hallmark of many if nobsh malignant neoplasms. When the observatioewdrg fibrosis becomes
coupled to the detection of “high metabolic labg/irthese data strongly suggest, that his boneanaonly could have come to
his current state because 1) both the fibrosishigid metabolism detected was due to populatiorterabr cells growing in his
bones, and because 2) long-term usage of myelossgipe drugs such as AIDS drugs, together withdkie effects of R-CHOP
cancer chemotherapy, together with possible sysergiith such toxic compounds as acyclovir that veeigformed in his
records was administered for his herpes, all dgsiralamage the bone marrow, often irreversibly aften even after only
treatments of short duration. The extramedullampé®poiesis noted at autopsy indicated that the lboarrow had been under
assault, either from the cancer, his drug regimengpm both, to the point that it could not surstée, or generate the needed
cells (predominantly megakaryocytes, and red blmabprecursors, but not white cells) requiredustain life.

B) The contrast areas noted on his lungs and sgladier that year of his death also suggests glypthat metastasis had begun
at least 3 months before his death. Also suggesfivealignant cancer, are the mosaic patterns tégteéa his lung lesions, which
again suggest malignant patterns of tumor perfusion

Yet the textbooks would suggest that Mr. Zagatancer was first manifested as his tonsil turaiod, then spread to his spine’s
bone marrow. Here is how it is usually presentech¢alical students:

Diffuse Large B-cell Lymphoma: Cells are large,hwirominent nucleoli and abundant cytoplasm andymaitoses. Most are B-
cell, but 20% are T-cell phenotype. CD19, 20, #ane have t(14;18); some have Bcl-2 and Bcl-6 esja; linked to EBV
infection; negative TdT. Though often localizéagy tend to be aggressive extranodal masseen in adults and children, can be
seen in HIV infection.

Therefore, both Mr. Zapata’s rapid demise laisddeath were the result of “the diffuse infilivat process” consistent with
cancer in his bone marrow, that was first notedghmonths before his death, which spread to héeaplungs, and elsewhere
rapidly, and to his tonsil 2 years earlier, as mofB-cell production first occurs in bone marrdierefore it can be said with
some degree of certainty that Mr. Zapata’'s death wamost likely caused by a recurrence of lymphomayaue to a
smoldering primary lymphoma in his bone marrow thatwas missed in 2009t also can be stated with some certainty, that du
to presence of extramedullary hematopoesis disedvatrautopsy, that the bone marrow had been @sdault for some time
before symptoms of severe debilitating back pagaben July, 2008. It also can be stated with sdegree of certainty that the
lymphoma originated in his bone marrow but was neletected, and metastasized to his left ton<0@5. This series of events,
in turn, could have been the result of the muta&#n, that was in his HAART cocktail, as it has beeported that some 40%-
70% of AZT-treated patients develop this cancer.

Finally, the organ failure and hemorrhaging ®IC observed at the end of his illness was rikelty due both to metastatic
cancer and to the multiple assaults on his sysfema@eoside analogs, R-CHOP cancer chemotheraglypassibly acyclovir,
that he was apparently over-prescribed beginnir®p00. As it is clear in this case because of thedwork results and lymph
node biopsies that were normal, that Mr. Zapatddcoat have been an AIDS patient. It stands toaeasd is most likely that the
HAART medications, particularly the AZT, had supgged his hematopoietic system for some years, biegim March of 2000,
when he was falsely diagnosed with “HIV,” becauséhbd a herpes infection that has been long knowross-react with “HIV”
tests. What makes this interpretation even méedyliis a survey of the medical literature on Medliwhere the terms “bone-
marrow necrosis, and the constellation of conditiand toxins given to Mr. Zapata are cross-chedkesluch an analysis, it
appears indeed most likely that the diffuse irdiérand bone marrow necrosis seen in August iarttise vertebral column’s bone
marrow, in the lungs, and on his growing spleerncitgd that his ultimate cause of death was mkstyliNHL cancer (either a



primary bone marrow NHL, or primary tonsil-assoethtNHL, that in turn, was likely induced by AZT,dHror synergism of the
many toxic regimens he was prescribed along witcarrent or smoldering bone marrow NHL cancer).

The Medline medical database associatestlmnving reported bone marrow necrosis in assamiatvith the following
syndromes or drugs: Summary of Medline Hits: Oct@id.0 connecting various conditions or drugs toebmarrow necrosis
(not mutagenesis)

Bone Marrow Necrosis Condition or drug # of studies
Bone marrow necrosis only = 615
+Cancer =8
+Neoplasms =1437
+Chemotlagay =1105
+Non-Hodgkin’s lymphoma = 142
+NSAIDsIrgg) = 116 (Mr. Zapatauldn't tolerate)
+HIV = 3
+ AIDS = 6@of't indicate if drugs were used
+ Nuclegsianalogs = 19 (cancer,tratapt, methylprednazone,chemo)
+ acyclovir =  9¥dlacyclovir, experimental Feline HerpesVirus infection)
+R-CHOP = 8
+Septrim =4 (not relevant) (Prednizone, GVHD)
+ ceftrioxone = 0
+ PPI (RmotPump Inhbitors = 0
+ combivir = 0
+ sustiva = 0
+ chlort@zole = 0
+ pneumococcal vaccine = 0
+ fentanyl = 0
+ dilaudid = 0
+ methadone =1 (Not relevpn

< ltis interesting to note that alacyclovir has beemjiven to both people and cats, and in cats is assated with severe
bone marrow depression and hepatic necrosis, but GDsays it is OK to use in humans.
Am J Vet Res. 1997 Oct;58(10):1141-4. Effects d&ggclovir in cats infected with feline herpesvirlisNasisse MP, Dorman
DC, Jamison KC, Weigler BJ, Hawkins EC, Stevens JB.
PROCEDURE: Cats were infected with FHV-1 strain 87-727 (30@raliters, 10 (7) plaque-forming units/ml) by oaulnd
nasal inoculations, and were treated every 6 heittrsdextrose (controls) or valacyclovir (60 mgifbody weight, PO).
RESULTS: All cats developed acute conjunctivitisl ahinitis typical of FHV-1 infection. Beginning tveeen days 6 and 9,
valacyclovir-treated cats became noticeably matealgic and dehydrated than did cats of the cogmlip. Total WBC and
neutrophil counts were significantly lower in cafghe valacyclovir group. The experiment was tew@éd on day 1for
humane reasonsHistologic changes attributable to FHV-1 infectivare similar in all cats. Additional histologicradrmalities
seen only in the valacyclovir-treated cats wagagulative necrosis of the renal tubular epithelim, centrilobular atrophy and
hepatic necrosis, and severe bone marrow depressidBONCLUSIONS: Cats appear to be uniquely sensitive to the toxic
effects of valacyclovir, and even high doses appeato suppress FHV-1 replication in acutely imnéekccats.
CLINICAL RELEVANCE: Use of valacyclovits of questionable value in catsvith acute FHV-1 infection and, at high doses,
the drug may be toxic.
In 2006, this was the CDC’s recommended deségy people with herpelsttp://www.cdc.gov/std/treatment/2006/genital-
ulcers.htmFirst Clinical Episode of Genital Herpes, Valdoyir 1 g orally twice a day for 7—10 day SuppressTherapy for
Recurrent Genital Herpes: Valacyclovir 500 mg gralice a day or Valacyclovir 1.0 g orally once g.da

The numerous normal biopsies obtained from4dpata’s lymph nodes further suggests that prirbane cancer could have
ended his life, or a re-emerging NHL that behawed diffuse patchy high metabolic labeling syndromleis bone marrow, and
that he couldn’t have possibly had an illness AlBS which is characterized best when fibrosisoigrfd in the lymph nodes, that
his doctors so carefully, again and again analyzigiabut simply reviewing the literature on primaxy-L.



